One of the perforating dermatoses (PD) is acquired reactive perforating collagenosis (ARPC).
INTRODUCTİON
Reactive perforating collagenosis (RPC) is a rare cutaneous disorder of unknown etiology (1) . The prevalence, incidence and the exact pathogenesis of this rare dermatosis are unknown (1) (2) (3) . The sex distribution is usually equal. Its peak generally occurs in the 6th decade of life. The pathogenesis of the disease was originally described by Mehregan et al. in 1967 . They proposed that when susceptible patients are exposed to mild superficial trauma, the dernal collagen go into necrobiosis, which then discarded through the process of transepidermal elimination. There are two forms of the disease. While the childhood form is inherited as autosomal recessive, the adult form is associated with some acquired diseases (3) .
CASE REPORT
A 62-year-old Caucasian woman was admitted to our dermatology clinic due to her severe itching, and disseminated skin lesions. According to the patient's medical history, the patient had undergone HBV infection for 12 years ago, but she did not develop anti hepatitis B antibodies. However, her HBV DNA level was not high enough to receive any antiviral treatments. Two years ago, the patient developed anti HBV antibodies. However, 1 year ago, hepatic condition of the patient worsened. She was admitted to a gastroenterologist 8 months ago due to the severe itching and abdominal swelling and was diagnosed with chronic hepatic failure and cirrhosis. The patient had no additional known disease and she was not under any treatment excluding antihistamines. She also stated that she has had some digestive problems and constipation for three months. Her skin lesions first occured 6 months ago, and were initially localized on the elbows and knees. In six months, they gradually progressed to her present state. In the dermatological examination, the skin was dirty yellow in color, and multiple scratch marks as well as many round, purple umblicated papulonodular lesions were seen. Most of the lesions complied with the scratch marks. These Kobneriform lesions were especially located on the back, and extensor surfaces of the rest of the body and extremities, sparing the face, palms, soles and anterior surface of the trunk. The lesions were in the shapes of the cup, and 3-6mm in diameter. In the center of the lesions, there were whitish-grey and cretaceous plugs. Additionally, there were prominent abdominal vessels and a lot of striae on the abdominal wall (Figure 1a,b,c,d ). From one of the most prominent lesions, an excisional skin biopsy was taken. Histopathological examination of the biopsy specimen showed, a vertically-settled invaginated area which was composed of an epidermal hyperkeratosis and acanthosis. In the center of the cup-shaped lesion, prominent basophilic degeneration, necrosis of dermal collagen, and mixed inflammatory infiltrate including a lot of macrophages in the mid-dermis were seen (Figure 2a However, in recent years it has been reported to be associated with some diseases and healthy conditions such as non-diabetic hemodialysis, endocrinological disorders, tuberculosis, pulmonary aspergillosis, neurodermatitis, acuta leukemia, Hodgkin's lymphoma, acquired immune deficiency syndrome, atopic dermatitis, hepatic disorders, scabies, herpes zoster infection, and pregnancy (1, 2) . Others have speculated that the presence of some microangiopathies can make patients more susceptible to ARPC (2) . Due to the reported association with both some myeloproliferative disorders and solid tumors, it can also be considered a facultative paraneoplastic disorder. It can be seen after curettage of seborrheic keratosis (3). Our patient did not have classical comorbid conditions such as DM, CRF or take the mentioned drugs but had longlasting chronic HBV infection, hepatic failure /cirrhosis and sigmoid colon adenomas, and these associations have not been reported previously. In the etiopathogenesis, it has been stated that the lesions may be a cutaneous response to superficial trauma caused by intense scratching. In the papillary dermis, histochemically altered but structurally normal, type IV collagen is present, which is suggesting that the elastin-keratinocyte interaction can play a role in the transepidermal elimination (3, 4, 6) . On the other hand, senescence-associated β-gal activity (SA-β-gal) is an important biomarker for cellular senescence, because it has been suggested that increase of SA-β-gal may contribute to the degraded connective tissue and decreased skin fibroblast proliferation. This in turn may lead to the wound not healing completely (4, 7) . Indeed, it has been demonstrated that proliferative capacity and growth of skin fibroblasts were significantly inhibited by some products like cigarette extracts which cause significantly increased SA β-gal activity in the fibroblasts. It has also been showed that smoking inhibited superoxide dismutase and glutathione peroxidase activities, and increased the level of reactive oxygen species (ROS). ROS production rises in many pathological conditions (8) .
Similar to previously mentioned interactions, in our case, we thought that an increasing level of oxidative distress and subsequent increase in ROS during the chronic hepatocellular damage, and additional carcinogenic process could have been responsible for acceleration of an early tissue senescence, inhibition of proliferation and sequential morphological changes of skin fibroblasts, and degrading connective tissue with the increase of SA β-gal activity.
Thus, we think that because of the relatively damaged immune system and decreased numbers of apoptosis, these damaged cells could be accumulated in the most stressful dermal foci, and could not be completely eliminated from the dermis. As a result of the process, the lesions of our patient may have been developed with the contribution of a Köbner reaction induced by scratching. However, we do not know whether there was any increased SA β-gal activity or additional factors that could contribute to this dissemination.
Due to the moderate regression of the lesions after the removal of the tumors and peritoneal dialyses, we propose that the accompanying carcinogenesis and hepatic pathologies may be responsible for both the formation and dissemination of the lesions. However, further investigation will be needed to clarify this issue. In the differential dignosis, the other primary and secondary PDs should be considered. To satisfying therapeutic response, the management of associated disease is crucial (2) . To the best of our knowledge, our patient is the first ARPC case in literature regarding these etiopathological relevances. In conclusion, we suggest that especially in cases of disseminated ARPC lesions, chronical or longlasting liver disorders or malignancy must be kept in mind.
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